Objective To analyse the role of angiotensin II, via AT 1 receptors, and oxidative stress in the mechanisms underlying the increased response to hydrogen peroxide (H 2 O 2 ) of mesenteric resistance arteries from spontaneously hypertensive rats (SHRs).
Introduction
It is well known that reactive oxygen species (ROS) play an important role in the development of cardiovascular diseases, including hypertension. This is due, in large part, to excessive production of oxidants, decreased nitric oxide bioavailability and decreased antioxidant capacity in the vasculature [1] . Increased plasma levels of hydrogen peroxide (H 2 O 2 ) have been described in hypertensive patients [2] , and it has been suggested as a mediator of vascular structural and functional alterations observed in hypertension [1] À by activation of NAD(P)H oxidase, thus creating a vicious circle associated with oxidative stress-induced vascular damage in hypertension [5, 6] . H 2 O 2 is more stable than O 2 À , easily diffuses across cellular membranes and is considered an important second messenger in smooth muscle cell signalling and hypertrophy, although its role in vascular tone is controversial [7] . We have previously described that in rat mesenteric resistance arteries (MRAs), H 2 O 2 induces a contractile response that is greater in vessels from hypertensive than normotensive rats [6] . This contractile response was mainly mediated by cyclooxygenase (COX)-1-derived thromboxane A 2 (TXA 2 ) in arteries from normotensive
